These are chest pain and heartburn. The first is similar to heart pains in its site and quality and is only to be distinguished by its frequency. These symptoms are extremely common. They form part of the usual symptomatology of peptic ulcer, cholecystitis and pregnancy; occasionally they may be persistent and severe without other disease. Table I gives the results of oesophagoscopy (Mr. York Mason) on 61 patients attending a general clinic in 38 of whom chest pains and heartburn formed prominent symptoms. The following deviations from the normal were found, all of which were at the lower end: Most advanced was a bright red velvety mucosa bleeding easily to the touch and showing one or more shallow ulcers sometimes surrounded by an inflammatory rim. Intermediate changes showed the same appearance, but without ulcers. The mildest consisted of a bright red velvety mucosa alone, which had no ulcers and did not bleed. It was concluded that this was, in fact, pathological and indicated inflammation. Over half of the 38 cases with symptoms showed changes. When it is remembered how sore a tongue or pharynx can be without visible inflammation it may be suggested that some of the apparently normal gullets were also inflamed. This preliminary investigation supports the view that chest pain and heartburn are caused by stimulation of an inflamed mucosa, and not by spasm or other mechanism. The usual irritant is reflux of acid. The degree of resistance of the mucosa to ulceration is as important as the irritant.
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We may speculate on whether acid pepsin has anything to do with the development of inflammation, though it undoubtedly causes pain when it is there, and may alone be responsible for the unusual complications of deep ulceration and stricture formation.
Mr. Ronald Belsey: Pathology and Treatment of Hiatus Hernia when Complicated by (Esophagitis. My observations are based on the study of some 250 cases, of which 200 were adults and 50 infants and children. These cases represent a selected group only in so far as all suffered symptoms sufficiently severe to take them to a doctor, or in the case of the children severe nutritional disturbance, and the majority were accompanied by some X-ray evidence of a hernia. I shall not discuss the possible existence of an intrinsic sphincter at the lower end of the cesophagus, likewise I shall avoid discussion of the atiology of the cesophagitis except to acknowledge the work of Wangensteen and his associates on the dramatic results of introducing gastric secretion into the cesophagi of experimental animals, and the more recent work of Aylwyn in correlating the incidence of esophagitis with enzyme activity in the supra-diaphragmatic pouch of stomach.
Hiatus hernias can be classified into the uncomplicated and the complicated, the complications depending upon the anatomical type of the hernia.
The uncomplicated hernia can, and frequently does, cause symptoms sufficiently severe to induce the patient to seek surgical advice, and the more distressing symptoms are high epigastric or substernal pain and vomiting.
Of the common complications seen reflux oesophagitis and its sequelk, fibrosis and stenosis, are the most important. The other complications are:
(i) disturbances of gastric function and a high incidence of acute lesser curve gastric ulcers causing hemorrhage and perforation;
NOV.-LARYNG. I (ii) pulmonary atelectasis and fibrosis due to nocturnal regurgitation and recurring aspiration pneumonitis;
(iii) strangulation and gangrene of the stomach due to torsion or mechanical obstruction of the pylorus in types IL and Ila hernias;
(iv) and finally, misdiagnosis and maltreatment. We are concerned here particularly with the problem of cesophagitis. In the Frenchay Hospital series 57 % of the adults and 75 % of the infants and children were thus complicated. The diagnosis in each instance was based on cesophagoscopic findings, a routine method of investigation adopted in every case of hiatus hernia admitted to the hospital. In my opinion any diagnosis of aesophagitis based on X-ray evidence alone should be treated with considerable reserve. Mr. Brown Kelly will deal with the endoscopic features of this condition. The predominant symptom of pain appears to bear little relationship to the presence of cesophagitis. Patients with the more severe degrees of this condition progressing to advanced stenosis of the lower third of the oesophagus, sometimes give a history of little or no pain at all. Dysphagia rather than pain would appear to be the symptom most characteristic of aesophagitis when it reaches the chronic stage.
My observations will be based largely on the examination of approximately 40 excised specimens removed to relieve severe dysphagia that could not be dealt with satisfactorily in any other way. The inflammation, which starts in the mucosa, spreads outwards to involve each coat in turn, till the whole wall of the cesophagus may be infiltrated with fibrous tissue and little evidence of the normal anatomical pattern can be detected on section. The mucosa may be hypertrophic or eventually destroyed and replaced by granulation tissue. The peri-cesophageal tissues are cedematous and hyperemic and the mediastinal lymph glands are enlarged. The vagi become involved in the inflammatory tissue and may be unrecognizable to the naked eye. Below, the inflammatory changes stop short at the cardia; upwards, they extend to involve the whole of the lower third of the organ, but seldom more. What limits the inflammation to this region has not been determined. Gravity and the downward stream of saliva may tend to counteract the reflux and limit the extent of the inflammatory process.
In the rare case of true congenital shortening with cesophagitis the subsequent stenosis is usually restricted to a very short segment of the cesophagus, and is seldom as severe as when the cesophagus is fully developed. The essential element in the inflammatory process is the infiltration of the normal structures with fibrous tissue; this leads eventually to the characteristic stenosis and secondary shortening of the lower third.
To what extent these changes are reversible is not yet known and the evolution of a rational approach to the question of treatment must await this information. The almost complete obliteration of the normal anatomy seen in many of the specimens suggests, however, that the damage is frequently irreparable. The rate of development of the fibrosis is difficult to assess as it is frequently not known how long the cesophagitis has been present. In children, extensive and advanced strictures have been seen to develop in a few weeks. That these strictures are not due to "spasm" or "cedema" alone has been demonstrated frequently by histological examination of the excised specimens. In adults, the history of dysphagia is often short and rapidly progressive, and more suggestive of malignant disease than an inflammatory lesion.
At this point I wish to stress the importance of mural fibrosis as a cause of dysphagia. This symptom may be so severe that no solid food at all can be taken, while at the same time a barium swallow may show a reduced but apparently adequate lumen.
CEsophagoscopy suggests the answer in revealing the rigidity and immobility of the stenosed segment. The cesophagus is not a mere duct between the mouth and stomach but a highly complex muscular pump, and any interference with its neuromuscular mechanism may render it quite incapable of passing on the bolus of food. One curious feature of the stenosis is that although it may reach an extreme degree it never becomes complete.
Treatment.-The proper treatment of chronic cesophagitis and its sequele is prevention-in short, reduction and repair of the hernia before irreparable damage to the cesophagus has occurred. It has been shown frequently that repair by a technique restoring a satisfactory sphincter to the cardia will lead to rapid healing of the cesophagitis. Once secondary shortening and stenosis have started adequate reduction of the hernia becomes progressively more difficult and unsatisfactory, but is usually attempted in the borderline case. I agree with Allison that true congenital short cesophagus is a rare condition, and that in the absence of chronic oesophagitis and acquired shortening the vast majority prove at operation to be reducible hernias. The term "congenital short cesophagus" is fortunately being used less and less by the radiologists.
When stenosis is advanced more radical measures are indicated. Endoscopic dilatation would appear to be contra-indicated so long as the mucosal ulceration is still active and, personally, I have had little success with this line of treatment, although it must undoubtedly be adopted in the case unsuitable for major surgery or where doubt exists regarding the severity of the damage to the organ. Furthermore, dilatation of the established stricture may temporarily relieve dysphagia but will at the same time facilitate further reflux from the stomach, and possibly lead to aggravation of the cesophagitis. I would venture the opinion that dilatation of cesophageal strictures can be a highly hazardous procedure, even in the hands of the experienced cesophagoscopist, and when oft repeated 942 in the case of a chronic stricture, the overall risk may be greater than that of a resection. In infants gastrostomy is sometimes called for as a life-saving measure and, provided the feeds are given as a continuous drip rather than intermittently, it may promote healing of the mucosal ulceration. Partial gastrectomy performed from below with the object of reducing gastric acidity is contra-indicated; it rarely achieves the desired object and may complicate an cesophageal resection that has to be performed subsequently.
In many cases resection of the lower half of the cesophagus followed by restoration of bowel continuity proves ultimately to be the only method of permanently relieving the dysphagia. The most satisfactory means of restoring bowel continuity remains a controversial subject. Allison excludes the stomach by closing the cardia and then performs an cesophago-jejunostomy by means of a Roux loop. Certain functional and nutritional difficulties may follow this procedure. Satisfactory results may be obtained by a modified cesophago-gastric anastomosis. If the whole stomach is retained and the aesophagus anastomosed to the fundus the risk of recurring cesophagitis at a higher level is considerable. However, when the upper half or pepsin-secreting portion of the stomach is resected along with the stenosed segment of the cesophagus, and a tube formed from the remaining portion of the greater curve is used for the anastomosis, this risk appears to be eliminated or considerably reduced.
Moreover, it has been found by trial and error that the higher the anastomosis the less the risk of further cesophagitis. I have performed this operation on approximately 40 cases with satisfactory functional results and, as yet, no evidence of any recurring cesophagitis at a higher level.
Mr. H. D. Brown Kelly: Management of Hiatus Hernia and cEsophagitis.
CEsophagoscopy is regarded as an essential part in the management of these cases, firstly to establish the diagnosis, to exclude the presence of malignant disease and to find out if ulcers are present, and secondly to carry out treatment by dilatation or other endoscopic procedure.
The cesophagoscopic appearances vary according to the degree of stricture and cesophagitis. On passing the upper sphincter, it is usual to find a somewhat dilated gullet with smooth walls and full of fluid. The fluid is sucked out, and as the tube passes downwards, it may be moved gently from side to side to assess the amount of dilatation. Regurgitation of gastric fluid into the cesophagus may be observed during the examination.
At a varying distance, but usually at about 30 cm. from the upper teeth in the adult, th-gullet narrows to the rosette appearance of the cardia, through which in some cases the endoscope passes without much difficulty into the thoracic stomach.
In other instances a definite stenosis is encountered here, the lumen diminishing to perhaps 2 or 3 mm. in diameter. These cases are associated with a greater degree of dilatation of the viscus, food stagnation and cesophagitis. For several cm. above the stricture the cesophageal walls are smooth, red and velvety, and in areas covered with a whitish membrane. Small ulcers may be seen, and if touched with tube or sucker may set up troublesome bleeding.
With gentle, continued pressure, the tube may negotiate the stenosis which varies in length from 1 to 4 cm., finally emerging into a space obviously lined with gastric mucosa, the walls of which show rhythmical going apart and coming together with inspiration and expiration respectively. Occasionally a severe degree of spasm is encountered which prevents the tube or indeed even a fine bougie from passing the stenosed portion.
In children suffering from short cesophagus, it has been observed by some authors that if a swab of secretion is taken from the cesophageal wall and applied to litmus paper, an alkaline reaction is obtained, whereas a swab from the thoracic stomach is acid, thereby proving the presence of gastric mucosa with acid-secreting glands. My own experience has been that in most cases, and certainly in all my adult cases, the swabs from both oesophagus and thoracic stomach give a strong acid reaction. This is probably due to the free regurgitation of acid stomach contents into the lower cesophagus.
In some instances there are also isolated areas of gastric mucous membrane in the gullet walls above the cardiac narrowing, which are responsible for acid secretion. The normal gastric acidity in the infant is much lower than in the adult. Some authors recommend the application of silver nitrate solution in strengths varying from 5 to 25 Y. to ulcers in the lower end of the gullet. I have always hesitated to do this, as the presence of profuse secretion makes it impossible to confine the action of the caustic to the ulcer, and silver nitrate must be regarded as a strong irritant. It is preferable to treat the concomitant cesophagitis. If a stenosis is present which is severe enough to prevent the passage of the endoscope, bougies may be passed but only under direct vision in the first instance. The utmost care must be taken to avoid injury, either by over-dilatation or by rough instrumentation. Injuries so caused can give rise to fresh ulceration, aggravation of the fibrosis and increased obstruction. Some patients suffering from hiatus hernia with cesophageal stenosis may be kept comfortable by the passage of bougies at threeto six-monthly intervals over a period of years. Adequate medical treatment of the cesophagitis increases the time between instrumentation. It -has been commonly quoted that those who live by the bougie eventually die of the bougie, but the risk of perforating the stenosed short cesophagus is not so great as in the case of cicatricial stenosis due, say, to swallowing corrosive. In the former, the narrowed lumen is usually centrally placed in the aesophagoscopic field, and not distorted or pulled to one side as is usual in the case of the latter. Again, the good results of dilatation in hernia cases are often due to separating the cesophageat folds glued together by inflammation and ulceration. This is a much less traumatic procedure than the rupturing of an annular scar. At present I have a lady of 75, who for the past fifteen years has required bouginage every two months. She still has symptoms of cesophagitis despite medical treatment. Another patient, a youth aged 21, has had a bougie passed every month since the age of 12. He is really a case for surgery, but he refuses operation. Treatment by dilatation is perhaps a partial admission of failure in treatment, as it means that there is a continuance of cesophagitis. When age, general condition or economic factors preclude surgery, the bougie has its place.
Development.-On viewing a section of the embryo, it is perhaps easier to understand the claims of those who maintain that the short cesophagus can be of developmental origin.
In the embryo of four to five weeks, the stomach is high up in the region of the neck. The distance to the pharynx is consequently very short, and the oesophagus is of minimal length. As the heart and lungs grow, the stomach descends, thereby causing an increase in length of the gullet.
The rapidity with which this occurs is shown by comparing a 4 9 mm. embryo with one of 7 5 mm. In the former, the junction of cesophagus and stomach is on a level with the bifurcation of the lung buds, while in the latter, not much more than a week older, the portion of gullet below the bifurcation almost equals in length the portion above this level.
Arrested development at the earlier stage can give rise to the short oesophagus and thoracic stomach. Among the chief supporters of the view that fibrosis is the main cause of the short cesophagus is Mosher (1941) . He maintains that the oesophagus can be infected before birth, and quotes 3 cases of newly born children, in whom narrowing of both pylorus and cardia was present. Fibrosis due to ante-natal infection was considered a more likely explanation than double spasm. Infection may be carried via the blood stream as an infective thrombophlebitis, or it may take place via the cesophageal glands.
That fibrous changes in the lower end of the gullet can take place at a very early age was shown in 1936 by A. Brown Kelly who demonstrated the condition in an infant of 6weeks old. The isolated areas of gastric mucosa in the cesophageal wall described by Taylor in 1927 are referred to in connexion with this ascending fibrosis. The islets occasionally ulcerate with a chronic inflammatory reaction which spreads up and down the gullet wall and is followed by fibrotic change in all the muscular coats, most marked in the plane between the longitudinal and circular coats.
Another factor in the production of stenosis is thrombosis of the superficial veins at the lower end of the gullet. Ulceration on to the surface of the mucosa then occurs. This ulceration causes the gluing together of the cesophageal folds producing a dysphagia which yields readily to the passage of a bougie.
Incidence.-Out of 12,000 gastric examinations carried out in ten years by the Radiological Department of the Victoria Infirmary, Glasgow, 170 revealed the presence of a hiatus hernia and short cesophagus. Of these cases, 30 % showed demonstrable radiological evidence of cesophagitis, but a definite ulcer was only seen in 5 instances. CEsophagoscopic confirmation of the short cesophagus and thoracic stomach was obtained in 60 cases. All routine gastric examinations, and all those referred on account of cesophageal symptoms are now examined specially for hiatus hernia.
The short esophagus in infancy and later life.-Some twenty-three years ago, I was present at the endoscopic examination of a number of children suffering from cesophageal obstruction in the Royal Hospital for Sick Children in Glasgow. These cases were published by Leonard Findlay and A. Brown Kelly in 1931 under the title "Congenital Shortening of the (Esophagus and the Thoracic Stomach Resulting Therefrom" (see also Kelly, 1930) .
I often wondered what became of these t-hildren in after-life, whether they grew up into healthy men and women or whether their abnormality affected them in any way. An attempt was therefore made to trace them.
The endeavour met with partial success, as I have only been able to locate 6 out of the 9 recorded patients. 2, I find, have already been reported in 1949 by Rennie, Land and Scott Park.
One of these, a woman now aged 26, still has dysphagia and regurgitation, but is in good general health and served in the A.T.S. during the war. X-ray examination shows that there is a short cesophagus, thoracic stomach, and a partial stricture (Case VII)'. The second case, a male aged 23, shows a similar picture, and also still complains of dysphagia, although he is sturdy and well built (Case IV). Case L.-Boy, aged 21 years when admitted to hospital in 1929 with the history of vomiting after semisolid food for twelve months. (Esophagoscopy showed a dilated gullet full of frothy fluid. Marked narrowing at 19 cmn. from upper teeth. The endoscope passed through this, and an easy view of gastric mucosa was obtained. Swallowing improved after instrumentation, but he required the passing of bougies at irregular intervals up to the age of 10 years. After leaving school he was a seaman for a time, and then served in the Army for four-years, both at home and abroad. The Army diet did not upset him, and he suffered no gross indigestion. He occasionally experienced pain in the left side of the chest which he attributed to "wind".
'Case numbers are identical with Kelly (1930) and Findlay and Kelly (1931) Case II.-Male, aged 7 years when reported in 1930. There was a history of difficulty in swallowing since birth, which became acute one month before admission. X-rays and cesophagoscopy showed a short cesophagus with stenosis at 24 cm. and a thoracic stomach. He was treated with bougies over a period of two years. Now aged 30. Served for six years in the Royal Engineers, and had no trouble in swallowing. At present he works as a bus conductor and thinks that the irregular meals have caused a setback in his condition.
Wind, indigqstion and occasional regurgitation still trouble him.
Case V.-Girl, aged I Ij months when seen in 1930 with a history of vomiting since birth. CEsophagoscopy showed a stricture at 19 cm. It afforded no obstruction to the passage of the tube wbich passed readily into the stomach. The infant was treated by the passage of bougies twice weekly for 16 visits. Thereafter she remained well for over a year and then required readmission. Briefly, she had dilatation by bougie at irregular intervals up to the age of 9 years. She is now a bright, lively girl of 24, carrying out responsible duties as a secretary. Weight 9 st. 10 lb. Certain symptoms have persisted since childhood. Food must be finely divided to prevent sticking. Regurgitation while eating is frequent, a condition aggravated by emotional upset. Retrosternal pain also occurs. X-rays show a smooth cesophageal wall. The lumen of the distal half of the gullet is narrow and never opens up completely. There is no dilatation above the narrowed portion. No hemiation could be detected in the Trendelenburg position.
Case VI.-Male, admitted at age of 14 months in 1930 with the complaint of vomiting since birth, Food was brought up during every meal, and rumination was a feature. CEsophagoscopy revealed the cardia at 15 cm., opening and closing with respiration. Beyond this narrowing gastric mucosa was encountered. After treatment with bougies, he went home swallowing well. He required readmission for dilatation on several occasions subsequently, but after the age of 9 no further treatment was necessary. Now aged 24, he is a strong young man, who served in the Army, and for two years was in Malaya. Weight 11 st. 10 lb. Although there is no difficulty in swallowing, and no sensation of food sticking, he is fussy about his food. Certain symptoms persist. Retrosternal burning pain is frequent after a meal. Regurgitation is of daily occurrence, but he usually just swallows what comes up and continues eating. X-ray pictures taken in January 1953 show an cesophagus of normal length and patency, with well-defined mucosal pattern. No herniation could be detected through the hiatus in erect, prone or Trendelenburg positions.
Stomach appears of normal size and shape.
The last 2 cases are of especial interest. In both a short cesophagus and thoracic stomach were demonstrated in early childhood both by X-ray and oesophagoscopy. Over twenty years later, despite persistence of symptoms, no evidence of thoracic stomach could be found on careful radiological examination, although Case VI still showed narrowing of the lower gullet. The fact that both still suffer from regurgitation and retrosternal pain shows that there is still incompetence of the valve mechanism at the hiatus and cesophagitis.
There is a possibility that in the long interval between examinations, the cesophagus has lengthened, the condition having been a delay rather than an arrest of development, and that the regurgitation is due to irreparable stretching of the structures at the hiatus by the thoracic stomach in infancy.
On the establishment of normal feeding, the weight of the loaded stomach may have helped in stretching the cesophagus.
On the other hand these patients may have sliding hernias, and the radiologist simply had bad luck in trying to demonstrate them, although all known methods of persuading the stomach into the thorax were employed. All cases were treated by dilatation of the stenosed cesophagus, either by bougies, by the passage of the cesophagoscope, or by both. Treatment had to be continued at intervals up to the age of 10 years on an average. Summary.-6 patients, 4 males and 2 females, who suffered from short cesophagus and thoracic stomach in infancy have been followed up after a period of over twenty years. All still complain of regurgitation or other symptoms of cesophagitis and incompetence of the cardia valve mechanism, whether a hiatal hernia is still present, or whether, as in two instances, none could be demonstrated. In the two latter, the gullets are of normal length, although one showed slight narrowing of the terminal portion.
Despite their complaints, the patients all led a normal, active life. 5 of them served in the Forces and made no attempt to evade service on account of their abnormality, of which they were well aware. General bodily development and growth, intelligence and mental activity seemed in no way impaired. I have to thank Dr. D. C. Suttie, Superintendent of the Royal Hospital for Sick Children, Glasgow, for allowing me to quote the old case records, and Dr. K. Blum of the Radiological Department, Victoria Infirmary, Glasgow, and Mr. T. 0. Howie for the figures regarding incidence.
Mr. E. D. D. Davis said that the hiatus was a part of the respiratory mechanism like the upper sphincter, formed by the cricopharyngeus muscle; it prevented air entering the stomach during inspiration. The orifice of the cesophagus is closed at its junction with the stomach by the constrictor cardiee and the folds of the mucosa.
The thoracic stomach and short oesophagus was a congenital abnormality and in many cases produced no symptoms until late in life.
Mr. John F. Lipscomb asked if Mr. Brown Kelly had considered doing a biopsy in his cases? It would be very interesting to know whether the mucous membrane was gastric or oesophageal at the lower end of what appeared to be the cesophagus.
Mr. Lipscomb preferred to think of these cases as reflux regurgitation with hiatus hernia, aesophagitis, ulcer and stricture as complications. In a personal series of 70 reflux cases which he had cesophagoscoped, hiatus hernia had occurred in about 51 cases. (Esophagitis as shown by mucosal change had occurred in about 28 cases. Biopsy in the early stages showed a round-cell infiltration, and occasionally in more severe cases a superficial ulcer, and in 1 case a very large ulcer. In some cases of advanced stricture there had been practically no history of dyspepsia or heartburn. It would be interesting to find out why this was so.
Mr. H. V. Forster said that he had recently seen again a patient whose first visit had been in February 1927. He was in very poor condition being unable to take solid food.
An original provisional diagnosis of cardiospasm was not supported at cesophagoscopy in November 1928 when a most resistant terminal oesophageal narrowing was assessed for its degree of resistance using with great care a Starks' mechanical expanding dilator with a rubber sleeve.
Recent X-rays-showed an cesophagus which now at least was short, a terminal narrowing 4 in. below the level of the bifurcation of the trachea and then very well demonstrated folds of high-level gastric mucosa.
The patient was operated on in July 1953 by Professor Charles Wells. The stricture was dense and there was much peri-cesophagitis. A side-to-side anastomosis to a Roux-en-Y loop of jejunum was done and has proved very successful.
Though Mr. Brown Kelly had recorded some success from endoscopic treatment he (Mr. Forster) thought there was now little hope of giving relief by this route in his own case.
Mr. Ronald Belsey, in reply, said that he had learned a great deal about this subject from the papers written by Mr. Brown Kelly's father. He had been interested in his follow-up and in finding what had happened to these cases. One question was as to how long a patient could endure the horrors of dysphagia. Another thing which had impressed him was that obviously Dr. Harman, Mr. Brown Kelly, and himself were talking about different phases of the condition. He himself was dealing with a group of cases which, he was convinced, would never respond to any form of endoscopic treatment. There was nothing magical about the bougie, and he did not know what it was hoped to achieve by it. If one cut across the normal cesophagus the two ends would fly apart as a result of muscular retraction; the same retraction can explain the apparent shortening of the cesophagus when the ligaments between the cardia and the diaphragm are lax.
It was now understood that it was necessary in operating for hiatus hernia to anchor the cardia to the undersurface of the diaphragm, sometimes by a complicated technique, and it was that anchoring of the cardia which was the essential feature. Since the improvement in the technique in this respect the incidence of recurrence had gone down.
In speaking of pain he had meant substemal and epigastric pain.
Mr. Brown Kelly, also in reply, agreed that the cases referred to should be examined by cesophagoscopy to make the investigation complete. Unfortunately they had all been in and out of hospital since childhood, and while agreeing to be X-rayed, naturally objected to cesophagoscopy. A biopsy was seldom required simply to establish the presence of gastric mucous membrane. The endoscopic appearances on entering the thoracic stomach were usually unmistakable. To punch out a piece of mucosa in the presence of regurgitated acid secretion might be followed by the formation of a chronic ulcer. Where there was any suspicion of malignancy biopsy was, of course, essential, but one should hesitate before traumatizing an inflamed cesophageal wall.
Mr. Belsey had condemned the use of the bougie. There were two types of hiatus hernia case in which the bougie was used. The first was that in which obstruction was due to the gluing together of the cesophageal folds by superficial ulceration. This responded readily to dilatation. The second type was the fibrous stricture. Here the passing of the bougie might be dangerous, but, as the narrowed lumen was centrally placed in the cesophagoscopic field, the danger of perforation was not so great as in the cicatricial stenosis due to corrosive. In the latter the gross distortion rendered bouginage more dangerous.
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